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Abstract

Parkinson’s disease (PD) is the most common neurodegenerative movement disorder, affecting mil-
lions of adults worldwide. At present, the etiology of PD is not fully understood, and it may be related
to genetic and environmental factors, as well as oxidative stress, neuroinflammation, and immune
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abnormalities. At present, there is a lack of reliable clinical diagnostic markers and effective diagnos-
tic measures for PD, and the existing diagnosis and treatment methods cannot delay the progression
of the disease. Fork head box A1 (FOXA1) plays an important role in the central nervous system, and
its deletion can lead to down-regulation of tyrosine hydroxylase, which directly affects the synthesis
of dopamine, resulting in PD, so it may be a potential therapeutic target for PD. Therefore, this article
will discuss the expression of FOXA1 in Parkinson’s disease and its possible pathogenic mechanism,
in order to provide reference for the diagnosis and later treatment of this disease.
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1. 3]

M4 7% (Parkinson’s disease, PD)J& T- A& W FH IR AT MRS S ,  He 32 E0 HLARHIE 28 o 2005
(SNo)Z L figfReph & Tuilb AT 2%, SUIRME 2 T Reth & it Sk = T2 B02 3h Dy Reffg[1]. PD f)3- %
SRR N FE R, BB AMWIABRE AL, S EE 2 MR s R il F G . 2058, FAR
JiRE . PD B K @A, B B 0 B E ISR BN AR 2], —RCERH, s
BATHER G RNRIT R T, PD 2Bk 2 N e W, AR TR /R ER (3], RE PD
IR YRR BLE] A S 2TE R, HOR4RH 7S FaTserdLH], BFEEACRIEL. P RIE. 2ok DR
FEbG A1z 21 B B R R DI REFEAT (4] HAT, PD W ZEYT T2 B9 00 22 2 ()9 P Bl BB ) B 24 M ik
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MM TH A= R e 2 1, SREH5 &R EAN R, &5 M DA, HT TH 7£ DA &8 i #E
B AL, HER AR ERINIED BN DA (16 53k, AT B PD. Jerl i — It 2, k& Al
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BEAE A2 BIHORERZ 1 6TE, JEHE FOXAL il FOXA2 [11]. MHLHI EiF, #5571 FOXA FKikiE
ST G 5 25 M) R A R I et R PE AR M B s BRI, AR RR N e B R 12]-[14]. FOXAL/2 i
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TERBERRE, SR, I B, P RAE AT RALERIL, FOXAL/2 £ WAL & it i
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[e [ DR A SR (R BT R BA T R BB VE Y, DAY R 2 TO AL A0 AN R AR 28 e P AN [RISE JE PR (s .
SRR 22 (R UESE 2 0, 1T Hh 0 2 E2L i B A 28 G PR AR S T R 20 P 2 53 DR RN R i P AR R R IR .
FOXAI1 fl FOXA2 (FOXAU)AMUAT S ERE, M HAMEICK B 8P e R 15].
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Hi 2 ELE BE(mDA) A e & — R E B L e TR, BAHEEXIIREEH. XSS oEm e
AR ER, HARHER RIS S REa i, thah, mDA M TR NAT N, SR
ZUREAIVE R B AR A 5. H AT 2% 2 AT mDA 40 L TG . BRI EA R 3L . Hodr, Sk
FIZ N Sk KT FOXAL Al FOXA2 (FOXA1/2) EHIEATE K B K12 N BB A 0 75 A7 AR AR
BRI R LY, £ mDA M4tk i, FOXA2 Ml Nurrl WhE454 DA RAIILR, #140 TH 1 Dat
(Sle6a3) [16]. 14h, FOXA2 5 Nurrl H45 &R 222> DA KA EEK | Nurrl-CoREST-Hdacl fHi& &
HEEGVNIENK, SEEUHESD H3 LB, A2t DA KA 5 3l TF A% ()51 fl B AN 5%
{H FOXA2 5% Nurrl /25t 5 Smarcal [ DA R G 3hFIZEEE, U6 75 AR R S8 o s 1 57— Fi
Al g & Smarca F1HAh SWI/SNF [K 7 7] GE(E 3 FOXA1/2 78 22 B A AN [ B B 5 4 48 S0 AN [FI S 7 o5 &%
By AT E A E X L SRR 1) T O TR S R VPR R R IA 75 B — 25 (A 785K [X 703X L AN ] ()AL
file BMEZ, TE R E T4 2 2 AME 570 T K 1 (1 FOXA1 #l FOXA2)2 [8] #ifd
Fr e (v B R A o AT FOXAL #2512 5184 mDA #1270 5 T8 AL HI AT AE A7 (5 = 38 6 7T LA
& OB I AR IETT WS o Ok B FOXA SR I e 53 R - W] RE BN I 0 4 AR V0 T 7 SR W PRV R A Mgk 1 2

3.2. FOXA1 FE R RZH91EFH

o b JEEAZ (STN) A2 - I A 22745 [ B AL R 70, 2 5HlIEa)[17] [18]. fEXAHLEEH, STN fudi&
R E AN e g iZ s 7 T I ThRE, BNIX i shfE 2 T AT R g s AT 19]. 14k, FOXAL
X T R R B MIhRE e B 2 0 2, R A% 2 5 5 18 Bl 5 il 1 B SIS pi 401 [l it 1) o B2 20 s
gr. Bk, S5 STN &R B AR S50 48 A% (PD) 5 (B (HD) A BRoAE 45 ™ 5135 2 b i
IR I5[20] FOXA1/2 ik & A ix k. & M4ERE 2 Tz se & o Rt 4 75 1[21]. FOXAL/2 18
L AEFE 5B B B 5 A [ R PR A sk A FaX — 45 [22]-[26]. S5 E 254, STN H ) FOXAT FiAA
MR TRESHEAEENE, MARLIEANRFEY. XEWE STN WIEW AR FHE FOXAL, 5
FOXA1 fER B H 1) STN HERAHLEL, STN BIIEH ThRERT fe s KA [F IHEIE R AHLH] . STN G iz
BNk IB RS B B A %, PD R B 1) STN JiE3) FLZ 2R R IR B &, X843 STN A PD H
B DL R a7 #E 27 2611 FOXAL miR/NE AR STN #H2 JT (I HE s 410 M o 2 R R0k
(78 Ak Lk N AR RS i 22 0B AT M Hh B AR A (28] F FE B a2 — Fh 5w 1B AT 1 AR A K W B SIS IR T
Ppargcla, fEJy FOXAL #E45. 7£ FOXA1 RAZ/N R S5 A A Hpoll 82 3] STN #1242 TG FOXAL HPESE
THIESE TiX SR M. ffE, LXK FOXAL GEEE STN #4ui) B R RIS sh Z B E . 45 L,
AT AT LI FOXAL TEMEARBIRMI R A R R CEEIE A

4. FOXA1 5H & FHFirEER
AEEZRRHE TS5 FOXAL 48 REARPFITER . 5T PD KIAHLHI K EFTFUESE, 4 5RE4E
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R 25 IR PD (R AR, AR TCITAL | 51 FOXAL f£2 B A At e . 2558
FW, FOXAL FRIATTRES IR A0M 0 . ARSI T, EEME, FOXAL iRk n LA N
FREY) TH MFRIE, XEWE T LAk 2 ERZREME TG B R . (EN—F 2 IR H 7, FOXAL 1
IR T TR T AR A R IFREAR . Liang 25 N Z fT#0E T FOXAL @it g it =M F K7 1 (TFF1)#% 3%
TEIRGIM A O EAL R SIERI AN T AR /E R [29]. B MFR KL, PBXI FRIA7E PD M3 1SR 4L
WAL TEh B K, AT WE FOXAL 2GS 5, MEHREKIE, JEfEE PBXI MAHEH,
Li[30]%5: NiEid — R 55256 & B, PBX1 i#id FOXAL M1 | PINK1/PARKIN Rk, Jki5 7 £ Efgaem
ZICEA N BRI A A TS, B FOXA1 A PBX1 7E 71 2 L REMZ o R B T AR EAEH « AR
WEFE I8 73 A B FOXAL 7E PD 885 B 5 i IR B A U B di 45 (3 1], FOXATL FEMA: A% (PD) ) #f
LAY IEFEE . AL, FOXAL B4 AMAerdiizy 1 NFO)ABhT, Ml R ss 2 35
TG A (MAPK) (S S iE s, AT kb 2 BB # 48 o0 I B0 RE 3 s . ik ah, did N T i
FOXA1 FIAT] LASCE /N R IZ 868 T, JHEE A 234545, XKW FOXA1 7E PD W 1B TERIT I
[32]. %L, FOXAl 25 PD IR RSN EFRAEFERERER T RIEER, 2ing
PRI ) DGR 25

5. REERE
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W] FOXAT Al REAE ARG L AL, (HIL BRI RIBUR @ it — PR 7T, Blan,  anfrrs i i 4%
FOXA1 B3IE /KT LA L5 Feih A 5 @ B 1O S AR, AR AR FC ) B 17 1) o 3B IE PR ABE ST FOXAL
Fee I E I, AR S ERMEARIGT TR, NnEE R EENEERE. 5
BR AW L R SRR N, FATTA B AR{E FOXAL B2 EMAEAR0M 12 10 808 5 A — R et .
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